Idiopathic intracranial hypertension (IIH) is characterized by raised intracranial pressure in the presence of normal cerebrospinal¯uid composition and unremarkable neuroradiological studies 1 . Sixth cranial nerve palsy is the most commonly described oculomotor abnormality seen in association with IIH 2 , although fourth cranial nerve palsies have also been reported 3 . Simultaneous bilateral fourth and sixth cranial nerve palsies have not previously been described in IIH.
CASE HISTORY
A boy aged 15 was referred with a two-week history of headaches, somnolence, intermittent vomiting and diplopia. Before this he had been ®t and well. Other than obesity, general physical examination showed nothing of note. On visual assessment Snellen acuity was 6/6 bilaterally but there was obvious papilloedema. Findings on orthoptic evaluation included: limitation of abduction of both eyes; underaction of the right eye and left eye on laevodepression and dextrodepression, respectively; overaction of the right and left eye on laevoelevation and dextroelevation, respectively; a right hypertropia on left gaze; a left hypertropia on right gaze; and a V-pattern esotropia ( Figure 1 ). The clinical ®ndings were suggestive of bilateral fourth and sixth cranial nerve palsies, corroborated by the Hess chart. Enlarged blind spots were demonstrable on Goldmann kinetic perimetry.
Computed tomographic and magnetic resonance brain scans were essentially normal, with no neuroradiological evidence of raised intracranial pressure. Analysis of cerebrospinal¯uid revealed no abnormality, but the opening pressure was high (28 cm H 2 O).
In view of the above ®ndings, idiopathic intracranial hypertension was diagnosed. Ocular and non-ocular symptoms and signs resolved completely after a course of oral acetazolamide 125 mg twice daily and a successful programme of weight reduction.
COMMENT
Sixth cranial nerve palsy has a well described association with idiopathic intracranial hypertension and is frequently bilateral, especially in young patients. Of 10 paediatric cases of IIH recently reported, sixth cranial nerve palsies were present in 6 (4 bilateral and 2 unilateral) 2 . However, raised intracranial pressure is frequently overlooked as a cause of fourth cranial nerve palsy. Speer et al. 3 recently reported on 3 young patients who had unilateral fourth cranial nerve de®cits associated with IIH, but only one had a coexisting sixth nerve palsy. There is one account of bilateral superior oblique palsies in association with IIH 4 , but the authors concede that the vertical deviation in that case may have been due to skew deviation and the Hess chart did not support a diagnosis of bilateral superior oblique palsies.
The clinical ®ndings suggestive of bilateral superior oblique palsies in our patient included underaction of right eye and left eye on laevodepression and dextrodepression, respectively. The Hess chart con®rmed bilateral underaction of the superior obliques and overaction of the inferior recti, corroborating the diagnosis. During the initial clinical examination the fourth cranial nerve palsies were not identi®ed, for two reasons. First, bilateral superior oblique palsies present a particular diagnostic challenge to the clinician 5 and our case exhibited subtle partial fourth cranial nerve palsies. Second, the convergent squint on downgaze was mistakenly attributed to the concurrent sixth cranial nerve palsies. It is possible, therefore, that transient bilateral fourth cranial nerve palsies are frequently missed in association with IIH.
This case illustrates the importance of fourth cranial nerve palsy as a false localizing sign in raised intracranial pressure and indicates a need to revise the modi®ed Dandy criteria for diagnosis of IIH, which do not allow for any focal neurological de®cit other than a sixth cranial nerve palsy 2 . The complete recovery of the fourth and sixth cranial nerve palsies after treatment indicates that these ocular abnormalities are false localizing signs. The exact mechanism for the fourth nerve palsy remains uncertain but one possibility is compression of the nerve as it emerges from the superior medullary velum of the fourth ventricle. Friedman et al. 6 postulate that increased intracranial pressure results in displacement or distortion of brainstem structures including the cranial nerves. Bell et al. 7 propose that a change in cerebrospinal¯uid dynamics can distort intracranial anatomy and thus transiently compress the fourth cranial nerve. The trochlear nerve has the longest intracranial course (75 mm) of all cranial nerves so we should not be surprised that its function is affected bȳ uctuations in intracranial pressure. Obstructive sleep apnoea is the most common type of sleep apnoea, with cessation of air¯ow despite continued respiratory effort. Though any space occupying lesion from nostril to glottis can predispose to snoring and obstructive sleep apnoea, most adult snorers have no such lesion.
CASE HISTORY
A man aged 57 sought advice because of snoring and intermittent choking episodes for the past six months. His general practitioner referred him to the regional sleep laboratory, where obstructive sleep apnoea was diagnosed and he was managed with continuous positive airway pressure (CPAP). The snoring gradually became worse and six months later he began to experience dif®culty with breathing, which became noisy. On questioning in the ear, nose and throat department he revealed that for 3 years he had had intermittent dysphagia for solid food such as bread and meat. He had mild stertor (noisy breathing due to obstruction of the pharyngeal space above the larynx) and 
